centromeres and spindle poles [6] and to a less extent along chromosomal arms (see Figures 3A and 3D ).
We propose that a substrate of the aurora B kinase, could easily explain the defects in spindle checkpoint in cells overexpressing aurora B(K-R). The present results, which may be an adaptor protein or motor proteins themselves, is required for the stable association of dytogether with our recent observations that the kinase activity of aurora B is required for maintaining the assonein and CENP-E at kinetochores. In the absence of the kinase activity, these motors were released prematurely ciation of chromosomal passenger proteins at the spin- 
